GH hypersecretion has a direct detrimental effect on the heart: a specific cardiomyopathy is a well-known consequence of acromegaly. The most common features of the acromegalic cardiomyopathy include concentric biventricular hypertrophy, left ventricular systolic and diastolic dysfunction, rhythm disturbances, and an increased prevalence of valve abnormalities [1] . Cardiac hypertrophy is present in about 20 % of young normotensive patients with short duration of the disease and in up to 90 % of hypertensive patients with long-term duration of the disease [2] . This evidence lends support to the concept that cardiac hypertrophy is an early event strongly worsening with the disease duration, and aggravated by hypertension. These cardiac complications are a major determinant of the shortened life expectancy of acromegalic patients. Indeed, patients with acromegaly display about 30 % enhanced mortality rate, in particular, cardiovascular disease represents the cause of death in 60 % of cases [3] . Ageing and long duration of GH/IGF-I excess are main determinants of cardiac derangement and early diagnosis and effective treatment are essential to reserved the acromegalic cardiomyopathy [4] . In fact, younger patients respond better to treatment in terms of cardiac improvement than middleaged patients, provided that all had controlled GH and IGF-I levels [5] .
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Besides cardiac structure and function have been deeply investigated in acromegaly, left ventricular synchronicity has never been evaluated so far. In their study, Kırış et al. [6] describe left ventricular synchronicity in acromegaly.
Left ventricular dyssynchrony (LVD), as defined by the standard deviation of time to peak systolic velocity by tissue Doppler imaging, reflects both electrical activation and the result of heterogeneity of contractile properties in the wall [7] . LVD is a common phenomenon in patients with heart failure, reduced left ventricular ejection fraction and wide QRS complexes, and it is associated with impairment of left ventricular systolic and diastolic function and adverse clinical outcomes [7, 8] . However, nowadays LVD seems to be a marker of early left ventricular dysfunction even before of regional wall motion abnormality or overt systolic and diastolic abnormalities, and it seems to occur even when the left ventricular ejection fraction is relatively preserved and QRS duration is within the normal range [9] . Previous data suggest that factors other than ischemia might be involved, such as intramyocardial fibrosis or matrix changes that might affect electrical conduction [7] .
Later, it was shown that left ventricular synchronicity might be impaired also in patients who have narrow QRS complexes in disorders such as hypertension, diabetes mellitus, and hypo/hyperthyroidism [6] .
Moreover, few report recently demonstrated the relationship of left ventricular hypertrophy (LVH) and LVD in hypertensive patients, suggesting that hypertension impairs left ventricular function not only by influencing myocardial function, but also by impairing left ventricular synchronicity [8] . In particular, Seo et al. [10] reported that systolic LVD during exercise is significantly associated with the degree of LVH in hypertensive patients, despite normal echocardiograms at rest, demonstrating that dynamic LVD using exercise echocardiography is probably one of the important topics in the hypertensive heart disease, because it will provide prognostic information.
Based on these findings, Kırış et al. [6] first studied the presence of LVD in patients with active acromegaly, a class of patients with similar ultrastructural myocardial and metabolic abnormalities, due to an increased incidence of arterial hypertension, LVH, diabetes mellitus, and systolic and diastolic dysfunction during the final stage of the acromegalic cardiomyopathy. However, all the patients with the common alterations related with LVD, as well as diabetes mellitus, uncontrolled hypertension, atrial flutter or fibrillation, prolonged QRS duration (C120 msn), reduced left ventricular ejection fraction (LVEF \50 %), significant valvular heart disease, hypertrophic cardiomyopathy, chronic renal disease, heart failure, and coronary artery disease were excluded from the study, and it was demonstrated that left ventricular synchronicity was impaired in these class of acromegalic patients, suggesting a possible direct hormone effects on cardiac synchronicity, independently of age's patients and disease duration. Moreover, the baseline echocardiographic parameters such as the left ventricular ejection fraction and left ventricular diameters were similar in acromegalic patients and controls, whereas prevalence of LVH was higher in acromegaly group, and it was found a significant relationship between LVD and LVH in univariate analysis, suggesting that the myocardial hypertrophy might be responsible of LVD resulting in ineffective contraction.
Nevertheless, further investigation is needed to define the role of GH and IGF-I excess on the cardiac synchronicity, to investigate the effect of treatment of acromegaly on the LVD, and to clarify the necessity in the clinical practice, to perform in these patients an echocardiographic measurements extended to evaluate the cardiac synchronicity, especially in acromegalic patients with well-known cardiovascular complications. Moreover, based on previous articles, evaluation of the exerciseinduced dyssynchrony in these population of patients could be interesting, because it is likely that dyssynchrony might worsen or increase on exercise and contribute significantly to global ventricular dysfunction and symptoms of breathlessness.
